Lentiviral encephalitis has been hypothesized to be associated with altered monocyte migration into the brain. CD14
Introduction
Twenty-five percent of HIV-infected patients develop a clinical syndrome known as HIV-associated dementia (HAD) (Adamson et al., 1999; Brew, 1999; Cinque et al., 1997; Dalpan et al., 1998; Dore et al., 1999; McArthur et al., 1997) . In the absence of opportunistic infections, HIV encephalitis (HIVE) is the pathological correlate of HAD. Within the central nervous system (CNS), the predominant infected cell in HIVE is the macrophage (Fauci, 1988; Griffin et al., 1994; Merrill and Chen, 1991; Pulliam et al., 1991; Wiley et al., 1986) . Although virus can be detected in the CNS soon after infection (Davis et al., 1992) , dementia and encephalitis develop late in disease when the patient is severely immunosuppressed (Brew, 1999) . Development of encephalitis is thought to be the result of activated infected blood monocytes trafficking into the CNS.
By migrating from blood into tissue, monocytes differentiate into macrophages (van Furth, 1992) . While trafficking of activated T cells into the CNS has been studied in a variety of diseases, less is known about monocyte trafficking. Migration of activated T cells is directed by tissue specific chemokines and integrin receptors (Ebert et al., 2005) . T cells found in CSF express CXCR3, CCR5, and CCR6 (Kivisakk et al., 2002) , and inflammatory chemokine CXCR3 is thought to be involved in T cell accumulation in the CNS (Trebst et al., 2003) . Little is known about the normal turnover of CNS macrophages (microglia) (Williams and Hickey, 1995) or how this might be augmented during disease (Hume et al., 2002) .
It is reasonable to speculate that migration of activated monocytes is regulated by expression of integrins such as LFA-1 and VLA-4 and chemokine receptors. Monocyte integrins bind to endothelial cell adhesion molecules ICAM-1 and VCAM-1 initiating adherence followed by migration
